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and a structural re-arrangement of chromosome 17 leading most often to the loss of one short arm. [3] [4] [5] Since the gene for familial adenomatous polyposis coli, a dominantly inherited disorder predisposing to multiple premalignant adenomas was mapped to the long arm of chromosome 5, we and others have monitored the loss of this third chromosomal segment. By use of restriction fragment length polymorphisms (RFLPs) alleles on 5q proved to be lost in about a third of carcinomas. -1,6,11-10 This frequency is low, especially when compared with the frequency of allelic loss on chromosomes 17p and 18.5,6 The third type of genetic alteration, which occurs in nearly 40% of tumours, is the activation by point mutation of ras cellular oncogenes. 6,1l,12 This activation has never been shown for c-Ha-ras, rarely for N-ras, and most frequently for c-Ki-ras. In c-Ki-ras, with one Aminoacids replacing glycine shown in parentheses. .
Venous blood samples (10 ml) were taken and red blood cell membranes were prepared by the methods of Weinshilbaum et al9 and Keith et al. 10 Thiolmethyltransferase activity was measured by modification of the method of Keith et al10 based on the conversion of 2-mercaptoethanol to radiolabelled S-methylmercaptoethanol by thiolmethyltransferase; 14C-methyl-S-adenosyl-L-methionine was used as the methyl donor. Conversion of 2-mercaptoethanol to S-methylmercaptoethanol was also measured by high-performance liquid chromatography with ultraviolet detection without use of radioactive labels (10 III injected, pressure 120 bar, mobile phase 5% methanol in water, flow rate 1-6 ml/min, 'Teckopack 10' 50 j.U11, 250 mm x 3-9 mm ID C18 column). The 
